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virus inoculation to determine the outcome of infection (Barthold, 1986a;
Holmes et al., 1986b; Barthold, 1987). Because disease expression depends
on interaction of host genotype with virus strain, it is not possible to strictly
categorize mouse strains as susceptible or resistant (Barthold, 1986b)

The presence (or absence) of virus receptors on host cells appears to be
very important in pathogenesis. SJL/J mice appear to be completely resistant
to infection with MHV strain A59 because they lack a specific receptor that
is present on plasma membranes of target cells from genetically susceptible
mice (Boyle et al., 1987). Such receptors also may explain tissue tropisms
of the virus. Barthold and Associates (Barthold et al, 1982, 1985, Barthold
and Smith, 1984, Barthold, 1986a,b) have shown that there are two major
disease patterns depending on the tropism of virus strains.

a Respiratory pattern. MHV infection consistently involves the nasal
passages and lungs with dissemination to other organs by the blood vascular
system; intestinal involvement, if present, is minimal. After experimental
infection, the virus appears sequentially in nasal mucosa, then lungs, and
then other organs including lymph nodes, thymus, spleen, bone marrow,
brain, liver, and intestine. The majority of MHV strains are thought to
follow this pattern, but the evidence is best for MHV-1, MHV-2, MHV-3,
A59, S, JHM, Tettnang, and wt-1 (Barthold and Smith, 1984, Barthold,
1986a,b).

b Enteric pattern. MHV infection is primarily restricted to the nasal
passages and bowel, with vanable spread to other abdominal organs such as
the liver and abdominal lymph nodes but usually not to the lungs, although
a few strains are known to spread to other sites such as brain MHV strains
that follow this pattern include LIVIM, MHV-S/CDC, MHV-D, DVIM, MHV-
Y, and wt-2 (Barthold and Smith, 1984, Barthold, 1986a,b)

The respiratory and enteric patterns of disease are considered basic, relative
patterns of pathogenesis because some overlap between the two patterns is
known to occur in infections caused by some strains of MHV Variations in
these patterns also can occur because of other factors such as host age,
genotype, and immune status and concurrent infections (Barthold and Smith,
1983, 1984, Barthold, 1986a,b).

In immunocompetent mice, not immunosuppressed by an experimental
regimen or by another infection, the lesions of MHV infection are present
for only a brief period (7-10 days) following infection. Also, they are usu-
ally nonspecific and subtle, particularly those that follow the respiratory
pattern. For example, the following lesions have been observed in 3-week-
old mice following the intranasal inoculation of MHV-S, a strain with respi-
ratory tropism: mild olfactory mucosal necrosis, neuronal necrosis of olfac-
tory bulbs and tracts, lymphoplasmacytic infiltrates and vacuolation in the
brain, multifocal interstitial pneumonia with mild penvascular lymphoid